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Preference is given to letters commenting on contributions published recently in the JRSM.
They should not exceed 300 words and should be typed double spaced The 'boom' in complementary medicine The Research Council for Complementary Medicine (RCCM) welcomes some of the sentiments expressed by Professor Ernst in his editorial (May 1998 JRSM, . Therapies should be validated scientifically. Patients require reassurance that the treatments they receive are both effective and safe.
Ernst equates the 'boom' in complementary medicine with the herbal and food supplement market. There are concerns that need to be addressed in this area with regard to supplements and herbal remedies but it is incorrect to equate sales of remedies with usage patterns. In a sense the jury is still out on whether the upward trends in usage of complementary medicine have peaked.
Again when referring to the closure of complementary therapy centres, Ernst misleads the reader by presenting these as a result of lack of efficacy. There is some evidence that budgetary implications were the primary concern. Ernst rightly points out the broad definition of complementary medicine found in the Eisenberg study. To then make conclusions about declining usage patterns by referring to the Paramore study, which focused on only four treatment modalities, is again unhelpful and misleading.
What is required now is good quality unbiased research, improved research training for practitioners, familiarization for general practitioners and dissemination of reliable information to users. The RCCM is working in all these areas. Research may then lead to safe, effective practice Whatever the merits of factors VIII and IX now available, the fact remains that none provides replacement therapy for more than a short period; the half-life of transfused factors is 10-12 hours for factor VIII and 15-20 hours for factor IX in patients with haemophilia A or B, respectively. I have suggested that, in haemophilia, deficiency of coagulant factor VIII or IX may not be due to failed production, but rather to their inhibited release from tissues1. The implications of this proposal are of paramount importance in management of the disorder.
Normal genes for factors VIII and IX are expressed in tissue cells by production of the respective factor2. These factors are then transported across the cell membrane3 to be released into the plasma by a yet unidentified mechanism. A low level of plasma factor VIII or factor IX may therefore arise from defects either reducing intracellular production or inhibiting release of these factors into circulating plasma.
If the aminoacid sequence of the protein produced by the gene is known, the required DNA code can be worked out and made in the laboratory, or cut from the 4 entire genome by restriction enzymes4. Recombinant DNA, now in use, is based on the chemical composition of isolated plasma factor VIII or factor IX. Genes are expressed in tissues, not in plasma2,4, and several differences between plasma and tissue factors VIII and IX have been describeds. Furthermore, the genetic DNA codes for human tissue factors VIII and IX have yet to be determined. One cannot therefore categorically assert that recombinant DNA is an exact replica of the biological gene expressed by tissue factor production. Nor is synthesis of plasma factors VIII and IX in transgenic hosts indicative of reduced production of factor VIII or factor IX in haemophilia.
There is no denying that blood factors VIII and IX originate in the tissues. Normal content of factors VIII and IX activity is found in all tissues of haemophilic patients, in amniotic fluid surrounding a haemophilic fetus and in breast milk and saliva1'5 of haemophilia carriers. Thus, the fault in haemophilia A and haemophilia B seems to lie not in intracellular production of factor VIII or factor IX, but in their release into the blood plasma. Work is urgently required to identify the gene coding for the protein regulating the release of factor VIII and/or factor IX from the tissues. The respective DNA may then be inserted into an appropriate tissue 4 , giving long-term correction of the respective defect by restoring release of the corresponding plasma factor. Autogenous The RSM has changed. The Paediatric Section holds two clinical meetings a vear which are really for members of the Section and these are free. Other meetings of the Section are, in the main, supported by doctors who are not members of the Paediatric Section. The Section functions in effect as provider of postgraduate education, rather than as a club whose members address each other. In these circumstances one has to make a charge. The Council of Paediatric Section has agreed to a differential charge whereby nonmembers of the Section pay more, and members of the Section pay a nominal amount, whose chief function is to prevent members booking a place at the Section and then not attending the meeting.
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The bittersweet demise of Herod the Great Dr Reid Litchfield (May 1998 JRSM, pp. 283-4) presents convincing arguments for diagnosing type II diabetes as the cause of the final illness of Herod the Great. But as he points out, we can never know with certainty.
At best, the statistical probability of each possible diagnosis could be computed by feeding all the medical information that is given by Josephus on Herod into a modern diagnostic computer program. I would expect the result to favour the medical opinion which Perowne quotes in his biography of Herodtnamely, multiple system failure due to age-related vascular disease. Diabetes would probably be a close second probability.
This diagnostic problem has been discussed many times during this centuryas summarized in detail by Kottek2. It appears that the first modern physician to postulate diabetes as Herod's indubitable diagnosis was Muntner3 45 years ago. His paper is not well known, because it was published in Hebrew. Healing and expection Dr Dixon (April 1998 JRSM, pp 183-8) reports that patients undergoing weekly 'healing' sessions had better relief of symptoms than controls. Expectational effects are sufficient to explain these selfreported improvements' 2, i.e., the knowrledge that one is having healing sessions. Counselling or some similar interaction with a sympathetic authority figure might have similar effects. Unless these possibilities are controlled for, we cannot know whether elements specific to 'healing' account for the observed improvements. Compliance effects must also be considered. Clinicians mav be perceived as authority figures, and psychologically vulnerable patients may feel obliged to provide positive self-reports. This can be resolved by having control groups in which compliance pressures are removed, e.g., by manipulating expectations about the treatment.
Walter
Apart from the necessary treatment controls mentioned above, psychological factors that might be experimentally manipulated in clinical practice include: duration of the sessions (e.g. longer sessions may allow 'feedback' amplification effects between client and clinician); use of a 'story' congruent with patient's personality e.g. 'This helps your body fight the infection' or 'This protects vou against the infection', for patients with high or low external locus of control3; manipulation of authority status so that it is congruent with a patient's social background. These manipulations involve tailoring the clinician's approach to the individual patient, and are theoretically grounded and clinically tract-able4. They also bridge the gap between the individual patient and the group studies of evidence-based medicine. The experimental study of such factors opens up the possibility of rapid progress in optimizing the effects of healing and similar approaches5.
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